agent with an on-going steroid taper. Within 24 hours of starting AZA, he was admitted via A&E with fevers, severe headaches and arthralgia. Due to a concern of a meningoencephalitis, a full septic screen was performed, AZA withheld and IV ceftriaxone and acyclovir was commenced immediately. Initial observations revealed he was febrile (Temperature 39.7) and tachycardiac (heart rate 110) with a blood pressure of 126/76. Clinical examination revealed long-standing crackles at the right base, a mild degree of neck stiffness and generalised arthralgia with no synovitis. Bloods showed a WC of 14 (neutrophilia) and a CRP of 125. Chest x-ray, CT head and MRI head were reportedly normal. Three sets of blood cultures and urine cultures were negative for infection. Within 24 hours, the fevers abated and at 72 hours he was clinically well and the CRP was down to 25. He was discharged home on a course of oral co-amoxiclav. AZA was restarted on discharge. Two days later, he re-presented with a similar constellation of symptoms. On the second admission, in addition to all of the other tests, a CT Chest abdomen and pelvis performed revealed no occult infections. A review of the second admission revealed a very similar clinical pattern of recovery and an almost identical trend in the resolution of CRP (again over 72hours) with no antibiotic therapy. Results: The onset and cessation of fevers on each admission were closely related to the initiation and withdrawal of AZA, clinching the diagnosis of a drug-induced fever. AZA was discontinued indefinitely with no recurrence of fevers. His Bechet's remains in remission on MMF and a weaning regime of steroid. Conclusion: In rheumatology, azathioprine, allopurinol and bisphosphonates are common causes of a drug induced fevers. Although rare, we urge physicians to consider drug induced fever when presented with patients with new onset fever. As in this case, considering the diagnosis may have saved re-admission and so many unnecessary tests. Disclosures: The authors have declared no conflicts of interest.
Background: Upper limb claudication as a presenting feature of giant cell arteritis is rare. We describe here a case without the usual symptoms or signs of the disorder, which typically include headache, temporal tenderness, amaurosis fugax, jaw claudication and associated polymyalgia. Methods: A 53 year old female was seen in the rheumatology clinic with an established diagnosis of a seronegative inflammatory arthritis which was well controlled for many years on methotrexate and sulphasalazine. She gave a six month history of increasing lethargy, joint pains and episodes of blurred vision with floaters but no associated headaches, jaw claudication or scalp tenderness. She also reported unintentional weight loss of 1stone over sixmonths, episodic pallor affecting her left hand and a history of bilateral upper limb claudication. On examination she had an absent left radial pulse, a cool left hand but no bruits. BP in the left arm 90/56 and right arm 135/70. There was no thickening or tenderness of the temporal arteries and fundoscopy was normal with no evidence of an anterior ischaemic optic neuropathy. There was no synovitis clinically. Bloods revealed a Hb of 98, WC 10.2, platelet count of 414. Her ESR was 111 and CRP 46. Na 131 Ã but K 4.5, Ur 7.8, Cr 81 and an eGFR of 62.The LFTs, IGs and vitamin D were within the normal range. Blood cultures, virology and syphilis screen negative. Her autoimmune screen was also negative. Chest radiograph and ECHO were normal. Based on her history and unexplained inflammatory response, a suspicion of an LVV was raised and an urgent PET-CT arranged. This was reported as showing uptake in both carotids, subclavian and brachiocephalic veins and aortic arch. Results: A diagnosis of LVV consistent with giant cell ateritis was made. She was subsequently treated with three pulses of IV methylprednisolone, oral prednisolone with excellent response. She was subsequently started on tocilizumab. Her intermittent claudication, visual blurring and lethargy improved. At her most recent clinic appointment, her ESR with a CRP of 1. Conclusion: Upper limb claudication and pulselessness is an uncommon presentation of giant cell arteritis (GCA). In this case typical symptoms of headache, associated polymyalgia, and temporal artery signs were absent. An awareness of atypical presentations of this disorder is important to avoid diagnostic delays. Disclosures: The authors have declared no conflicts of interest. Extensive investigations, antibiotics and a decompression did not improve things until treatment with 40mg prednisolone led to rapid resolution. The steroids were gradually reduced. She was referred to rheumatology for an opinion and in December 2016 she developed erythema, pain and swelling of the pinna of both ears but sparing of the lobes. Alongside this she also had right sided peri-orbital swelling. This was associated with raised inflammatory markers (CRP 106). A diagnosis of relapsing polychondritis was made and there was rapid resolution of her symptoms with 40mg oral prednisolone daily. She had normalisation of her inflammatory markers. She was put on a reducing course of prednisolone and has been maintained on 10mg of prednisolone daily without any further episodes of cellulitis. Of note, she also has a macrocytic anaemia with an MCV of 110, with no cause found despite extensive investigation under haematology. This remains under review due to the association with myelodysplasia and relapsing polychondritis.
RELAPSING POLYCHONDRITIS AND RECURRENT CELLULITIS

Results:
The second patient is a 69 year old male who presented in a very similar way with significantly raised inflammatory markers (CRP 216) and relapsing cellulitis of his thigh. Antibiotics did not improve things but oral prednisolone at 30mg daily led to rapid resolution of the cellulitis. A biopsy showed no infective aetiology but chronic inflammation only. He has also had two episodes of peri-orbital cellulitis which have been treated with antibiotics without resolution but has had rapid improvement with steroids. He has yet to have ear involvement but is under follow up. Conclusion: Recurrent cellulitis is a very rare presenting feature of relapsing polychondritis and a literature search has found only one other patient described presenting in this way. We would recommend that relapsing polychondritis remains on the list of differential diagnosis in patients who present with relapsing cellulitis and raised inflammatory markers that does not respond to antibiotics but has rapid resolution with steroids. Disclosures: The authors have declared no conflicts of interest. 
NEUROMYOTONIA (ISAAC'S SYNDROME): A MIMIC OF MYOSITIS
